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Abstract

e Cataract is a common eye disease caused by metabolic
disorders of the lens, which can lead to visual impairment
or blindness. Its occurrence and development are affected
by various factors, among which age is the most
important factor. At present, drug therapy only has a
delaying effect on early cataracts, but surgical treatment
is still needed for cataracts that affect vision in the middle
and late stages. Therefore, it is crucial to establish an
experimental cataract model and explore appropriate
drugs for preventing and treating cataracts. D - galactose
has been widely used in the study of aging animal
models, and is often used in the models of diabetes
cataract and age-related cataract. This article elaborates
on the pathogenesis, modeling methods, and evaluation
criteria for successful modeling of D- galactose -induced
cataract models, in order to guide experimental
researches related to cataract prevention and treatment.
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iR TP AETE B 2 R AL LA I H IR S i 2
AR LR RS B Oy TR A B G B AR Y
SR, 28 DL AL 311 B AveIR A A 48 B T KK
TR, Nrf2-Keapl —ARE {55 538 # 2 H AiHLIA B 3=
BN IR SRS il i P A R 2D R 2 A OG-
(nuclear factor erythroid 2-related factor, Nrf2) J& 2 ffi % {k
IR 1Y D% B B S PRl F s Keleh FE ECH JGIKZE 11 1 (Kelch—-
like ECH-associated protein 1, Keapl ) JEPEEE Nef2 ik
SRHHEAE [, W 5 B R R AR . ROS By i
At Nef2 DAZAH B 0T 7 7% 30 4 i A v 78 Al A S B 4R
A6 W TG (antioxidant response element, ARE) pra S =]
TR INLL R E AT 1 (heme oxygenase—1, HO-1) SEHi &k
FEPZRIEN Sun BRI D-2EFLBELL Nef2 FIHO-1
1Y mRNA J 8 H 87K B3 T8, 1 Keapl mRNA 7KF
ERAR . BESCIER S0 Keapl 3#0IE Nef2 38 1 AEAS 08
U Sl S| NN IE=R AR ARG

A ALY AL ( superoxide dismutase, SOD) i %84k
S ( catalase, CAT) 2B H BR#R ¥4 B2 18 ( glutathione—S—
transferase, GST) M & Mt H Bk i & L ¥ W ( glutathione
peroxidase, GSH-Px) 85470 8 L1 L K i ot 44k 7= T —
% ( malondialdehyde, MDA ) J2& £ I %2 £k N 38 %) & 22 48
FR2 L EEZH D2 RS S A (N AR R 5T R &
L, SRR SOD  CAT ,GST .GSH-PX i PE &A%, MDA &
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o, G550 R B X R AR L, D2 LB AL R SRR A 1 2
200 A B S5 v e B R B S BN I TR 3 BRI B B
e, AR XA R RV T Yk BE A AT n T ROS #Y

FEA B AR B, B AN M R AR 5 A Al R T BR
AR A1, Ji 200 P-BEZE 1 (P —glycoprotein, P—gp) Al
S T8 3(chloride channel 3, Clen3) 25 T X —¥KF
AL, Clen3 SRARFRBURGE 18 , 225 5 41 i L il (A R
BT s P-gp VE RIS s IR  ANMUEFB KT 52
FhEGHE W A6 = B IR B R 38 7T LUEL 8 54 Clen3 B 185
0K R L Bz 20 B S A R R R ) D -2 FLbE
B derf P—gp Clen3 mRNA FIE K FREE D-F 3L
W T IR 28 L

WS 2RI, SRR 355 17 P 5207 -5 B PR AR P ik
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H X 81 200 A A0 T TS R TR A R A R R
VT AFE R R B R 25 1 3 (caspase—3) 7E4H M 4 T~ 2 ¢
FEVE T, Bax/Bel =2 L i) 02 Tk 7 40 i 08 T 5 15 19 5C HiE 48
BRIP4 Sadik 252 AFSY I D -2 FUMEE 5% 4 K RS R
A Bax/Bel-2 WAH i % Th i, 1 H. DNA R Befb L IE
BREIEN 13.2 £iF 95 36325 R e D-EFRHA S 10
AN RS A R Bel-2 RN DL Bel—x1 2 113235 B
I8/ | Bax | caspase—3 T F 15 B 34 i, UESE D -2 FL b
PEIEPRAA T Bz 20 B 08 T TS 3 S B A2

P21 Z 5140 34, i 58 K R IRFE D-2F
FURHA S AN R R SR R RN, P53 A S 4 T
[R5 ST, Feng 2512 R 81 D2 FUBELH SRR N P53 &
FIERIR W Ty, VR4S 40 A ] 01 A 40 8 T2 1) Polo FE 3L
fiff 3 (Polo—like kinase 3, P1k3) M E: iR B MLE P 7K
LT J J8 28 A8 2 [ (ataxia telangiectasia mutated, Atm)
25 DL FUMHA T 19 N %, Nagaya 55 Z BN H] Atm
AR D2 FUME 5 S 09 R AR TR s 1T EL PIk3 AT A
P53 340 5 B4 f g 1 - Kanada LE038) 45 3 PIK3 7E
D2 ZUWE I 5 1 N B AR AR (1) R A b A, L IR AR TR
MFERES PIk3 ik R IEMIE,

Dai %00 R b Rz AR & D2 U Y 3%
FeH 5% 48 h, 2K ] Hoechst 33342/PT XYL (04 AR K ik
SNSRI, 2 305 1E 5 %5 R ZE A E, D21 U b #L21
(PR T A0 LA 3 22 2R Ak 2 R TUNEL %,
[ S 7R D= ZUBEZH K BRI AR I iz 4 B0 1% Bl 25 34
i, 2B D-2P UM R HE SRR L A T, 2 on R
AT AR R T N OB A0 i A 1 790 A B T A
HPA T R B AR R S A T A G
1.4 BB H ISR — 240 ) o B A e 72 2L
IR B —Fh A FRAAEDLE], & R 4 M AR S ol 5
SR SR, [ e T il B A S R4S R AR IR
ARSI AT 5, H W0 B 285 1 R — M it 2 A % 114 34 K T
TR B B % 4% 3 11 (microtubule —associated
protein light chain 311, LC3 11 ) & H WS AR IE R A, H
FHE AR AVER A 3, [ W i PE O T T bR v
Febn, IEFIEOT , BT [ W A 32 B AT, P62 Jl L [ I
BEAR . Xu 1 R IZ D2 FUREA B A SR AR 1
A, P62 FRIRHG I, LC3 I RS, $7R [ Wil o 52 341
UERA D=2 ZUBE AT 6838 0 B oA T Bz 40 ok 15 5
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WA AR A Pt A AR

Xu %5 R 2 D-2FUBE AL 1S 10 IR A Rz 41 i
N ATP FZ A A7 7K TR B IE 52 4R AR T fiE B 1% 2
5 DbABHA S AN BRI AYIE AL, P38 MAPK {5538
R AEXT Z2 o 7 35 R 7 P 40 B AR K B A BB T R oAl &
FEREAER Xu %S D=2 3L LI AR Y
J750 i P38 P53 (R Ik, #E 1T ¥ IE P38 MAPK/P53 i
A RARTh B, AN, D -2 FUE AT SRR b e 40
JLrf Ca® ¥ B B I8 T v 398 0 e R 55 3 75 P A L 1)
B, 1R Ca™ iz i 8 Fe ik, NI E LR AT RE
1.6 HAth ATV SR B 00 S5 48 RN T e Y o0 P X
FORFE SRR B 1 2 G 2L SR M A DL 3L
A P R R RS AR e IR R R B o i R AR
Dai 55 iF 55 % L5 1F 3 X 41 A0 L, D -2 FURE 41 K R
mmRAAR T B AR I RIB ISR T 49.4% , GRP HEPH R
KT TR YT & 8 RN R AR i, AR R T A
78( glucose regulated protein 78 kD, GRP78) J& H 5% i, 5
Z—, D=PZLEA K EUFOIRIAR T GRP78 HE 11454 I 351
i, X BRLE Y 213 F5 % WFIEIAh DR ABHA S 1Y
I AR A v e RAAR R 1 Pl TR B SL (L BB 0 i
LR, Gy A db R A i B R 3550l i 5 AT 4 Ak R 25
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T A DR AR LAk R 38, ek e P i e

s DRAA PR R 2 A0 R ) 2 48 L ) A A R 2
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PEFSY . Na®—K*—ATP [ (1) D) B8 1E 5 X T A 45 40 i Py i
Na", 385G 200 B Aok A 1432 355 17 38 AR T 22, Zhong 2511 2 B0
D2 FUMEAL SR AR b R 4 I Y Na® —K*—ATP [iff 6 98 [ g
BN HRA 5, H N B ™ 8, Na” — K" - ATP [iff fH 3%
KR . D2 LM R K B R AR Mg 9D | Ca™
B, Ca™ /Mg™ HR 1 b TE 25| A R 3, [ s 1 55
ATP B DI RES L 75 15 W I U 176 5 28 11 o 3t otk 1
FEEKH

P16 yH2AX 2% & MR S EAnic Y, a2 54
JELIIBELA FiT DNA 451405 S0 Wang 455 5 it 02 41 1k
o K PR FP AR LI FE D—F FUE AL R 5 A R A L Rz 4 i
ik MEEE P16 FI yH2AX K3k b, £ 8] D—2F
FLBHA T AR IR R A TS | & N
2 D-FIABEFSANBREMNERT X

D-2FLBEE T H T T A A A (A 207
KA A 25 ) K 25 25 %0 A TSR] BEXSHA P 1
1 P RS (14 35 A7 VT LA A
2.1 A EE
211 D-F A ¥EFHIEEE  Zhong & T 3 JH IR METE
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4230 d, Feng %" 8 JHIL C57BL/6J HEPE/NE D—FFL
B 200 mg/ (kg - d) RS, %42 8 wk, Dai %'/ SD
KE 50% D-F-FLBEA R 10 g/kg TS, 1 IR/ H | iESE
30 d, Fang %' ¥ 6 JEA i Wistar K& 50% D -2 7L b
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10 mL/ kgl 341 ,2 W/ H IR 45 T & 10% D-2FFLHER
PRHIZK 25 30 d., Dai %5 3-4 J& i M e AR A9 SD
KFL0.08% D—FFLBHA W 20 me/kg IE EVEST, 2 W/ H ,
B 10 d, SEE WM 10% D—FZUBHERE, 10 d J5 525
HRRER AN 11,30 d 5 25% & & R 1M1 A
T R, 75% %% 8 o0 IV 30088 F 280 (4 Y e, Wang %67
T 3 % SD HEME KR 50% D2 FUHEA R 10 mL/ kg 7 15
ST, 5 10 d A 109% D2 ZURE KA IR K, 28 d 1
58I

212 D-¥HAMEOMRIERE  Amanfo % F 3 E# SD Kk
F 3 000 mg/kg D—2FLHE 1z, L2 6 wk, Kyei 557 F
3 A SD KB 1 500 mg/kg D—2KFUBH AR ,2 W/ H |, iESE
4 wk, Dodda %' F Wistar Kl 20 mg/kg D—FFL B
A%, % 2% 3 wk, Rao 04 3 6 JH i Wistar LK R
10 mg/kg D-FZLIH 0 M, i%4E 15 d.
2A3MRAED-FABAEREEE  Sun " Tl
SD KE 1-7 d 1M 12.5% D-P-ZLBEIA AL, 55 8-21 d R
10% D—FFLBHA KL, Sadik 25 5 4 JE S HEPE SD KB
50% D-2FFUBEA RN SR 1 SE 20 d, Ji A A 21
H&HErE SD KRR, %8 1-7 d 4K 12.5% D23 BHE R,
5 8—18 d W] 10% D—LFLIE7 T . Kanada 277 6 J
W HEYE SD KR 50% D— PR BRI EESE 1 wk, Agarwal
0 25-30 H il SD KB 309% D -2 FLAH 1] M2, 14 &
21 d, Kim Z Pl SD KR 50% D -2 FUB i i 4
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AR %4220 d, Suresha 221500 % Wistar B 30% D-2F
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2.2 fRANELE  RAP SIS R AR R A i R A
RIREEFRIE & D2 FUREAY B F2 3, — B (i F 25 20% i
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F% 5595 & 3-8 AR LA T SE 06 R A M AR AR 6 FLAR DY,
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FRIENREFE S b, BGE B SRR SEA T 5258 . FEdE IR 56 o
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B IR ZH P AT B B R A 2T 4 A0 i HE 5 R0 S 9
D2 FUBEBE SR HHE S | ELAE 403 b & A i £ 35 e ol
JZ/AMAREZS 1L, 40 M A% e R 24 I R R R 4 R A
R 2 S R RS A ) A — 3, AR AR A [
Fe A HER A HN] SRR, S RN A—F, &
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